Brief Communications richly branched and voluminous vascular pattern and wrapped by rarefied vessels peripherally. OCT-A generates functional images based on the contrast between blood vessels and static tissue by assessing the change in the OCT signal caused by flowing blood cells. [5] This offered the advantage of allowing the visualization of the vasculature over the area of the scan, with no masking effect. In our case, the vaso-occlusive mechanism of PDT was well shown by OCT-A with thrombosis of the angiomatous channels. PDT induced changes from progressive nonperfusion of the angiomatous network even though complete disappearance of the angioma was not related to resolution of intraretinal pooling overlying the lesion. OCT-A also showed an irregular but complete recanalization of the lesion after PDT. This event occurred rapidly within 7 days of treatment. To the best of our knowledge, this is the first report on visualization of the intralesional vessels in cases of CCH using a commercially available OCT-A system.
Our case report had several limitations. It was a retrospective single case report describing features of CCH by means of OCT-A. No comparison gold standard diagnostic examinatios (FA and ICG) or with study of effects of different PDT parameter has been done, as a larger number of patients id needed. In our case, we used a 3 × 3 scan box that allowed us the visualization of a very limited area but perhaps allowed for better scanning density. Although the field of view can be expanded, doing so would mean lower scanning density and therefore loss of resolution for a given scan time. Projection artifacts were sometimes observed on the cross-sectional angiograms. The flow signal fadeout in large vessels with very fast blood flow can induce fringe washout of OCT signals. This means that some large vessels in the deeper parts of the tumor could not be visualized using SSADA. Finally, the decorrelation (flow signal) signal in OCT-A must be interpreted with care.
Conclusion
In conclusion, OCT-A is a noninvasive imaging tool able to detect blood flow pattern in CHs. Vascular pattern has been shown and blood flow signal inside the CHs showed a precise and well-delineated capillary-like pattern before and after PDT. Close monitoring of choroidal perfusion using OCT-A might be an excellent base for retreatment decisions.
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Bilateral disc drusen in a diabetic p a t i e n t s i m u l a t i n g d i a b e t i c papillopathy as a cause of disc edema
Rohan Chawla, Soman Nair, Pradeep Venkatesh, Satpal Garg, Kanhaiya Mittal
Bilateral optic disc edema in a diabetic patient may be caused by diabetic papillopathy. We herein report on a patient with bilateral optic disc drusen simulating diabetic papillopathy.
A 55-year-old patient with type 2 diabetes presented with decreased vision of 1-month. Diabetic papillopathy was initially considered as there was disc edema in both eyes with focal hemorrhages at the disc margin and mild visual loss. Ultrasound of the optic nerve head revealed optic disc drusen in both eyes and this was also confirmed by the control photograph. Optic nerve head drusen should be considered in the differential diagnosis of a diabetic patient presenting with disc edema.
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Bilateral optic disc edema in a diabetic patient may be caused by diabetic papillopathy. We herein report a patient with bilateral optic disc drusen associated with suspected diabetic papillopathy. Although both disc drusen and diabetic papillopathy generally carry a benign prognosis, they may be associated with various complications that necessitate establishing a correct diagnosis and charting out an appropriate follow up protocol.
Case Report
A 55-year-old male with a 15-year history of type 2 diabetes mellitus presented with diminution of vision in the right eye (OD) over 1 month. There was no associated history of flashes, floaters, or field loss. The patient did not have any other systemic illness. On examination, his best-corrected visual acuity was 6/9 OD and 6/6 left eye (OS). Anterior segment examination and intraocular pressure were normal. In both eyes, on fundus examination, media was clear. The disc was vertically oval with ill-defined margins. Peripapillary hemorrhages were also seen in the OD [ Fig. 1 , top]. There were a few microaneurysms and retinal hemorrhages at the posterior pole suggestive of nonproliferative diabetic retinopathy. There were no signs of retinal vascular occlusion in either eye. A possible diagnosis of diabetic papillopathy with nonproliferative diabetic retinopathy was made, and further investigations conducted.
During fluorescein angiography, the control film showed autofluorescence from the disc in both the eyes [ Fig. 1, bottom] . Ultrasonography of the optic nerve head was suggestive of calcification as it revealed a high amplitude spike that persisted even after decreasing the gain [ Fig. 2 ]. Visual field analysis using Goldmann perimetry showed enlargement of the blind spot in both eyes with an absolute scotoma in the inferonasal quadrant in the right. Magnetic resonance imaging of the brain undertaken elsewhere before the patient presented to us and performed to rule out an intracranial space occupying lesion was reported as normal. The patient maintained a visual acuity of 6/9 OD and 6/6 OS at 6-month follow up with the fundus picture also remaining the same. 
Discussion
The common differential diagnoses considered in a diabetic patient with bilateral disc edema and minimal visual loss are papilledema, uncontrolled hypertension, and diabetic papillopathy. [1] In the absence of systemic hypertension, symptoms of increased intracranial tension and normal neuroimaging studies our patient was initially diagnosed as a case of diabetic papillopathy.
Idiopathic transient optic disc edema with the minimal visual loss was initially described in juvenile onset diabetics. [2] However, diabetic papillopathy has now been widely described in older non-insulin dependent diabetics as well. [3] Characteristically, these patients present with a reasonably good visual acuity with the visual loss improving spontaneously over 6 months. Although the precise mechanism of disc swelling remains obscure, diabetes-related microangiopathy has been implicated as a predisposing factor. [4] Localized damage occurring to the capillaries in the superficial optic disc results in reversible disc edema with minimal or no impairment in optic nerve function. [5] However, some studies have demonstrated its association with disc neovascularization, macular edema and early progression of diabetic retinopathy. [3] [4] [5] [6] Clinically, our case almost entirely matched this description and hence, in the presence of normal neuroimaging and blood pressure a diagnosis of diabetic papillopathy was considered to be highly likely.
While undertaking fundus fluorescein angiography, the presence of autofluorescence suggested the possibility of optic disc drusen and calcification at the disc observed on ocular ultrasound confirmed the diagnosis of bilateral optic nerve head drusen. To the best of our knowledge, this is the first case report of bilateral disc drusen in a diabetic patient stimulating disc edema.
The presence of drusen in a diabetic patient is probably a coincidence as the incidence of drusen reported in the general population is as high as 0.3% to 2.4%. [7] Brief Communications Optic disc drusen is often associated with various vascular anomalies and numerous vaso-occlusive disorders. [8] These associations were absent in our patient. Peripapillary hemorrhages have been described in cases of disc drusen as were seen in one eye of our patient. [9] 
Conclusion
We present a case of bilateral disc drusen as a cause of disc edema in a patient with suspected diabetic papillopathy. This report highlights the importance of capturing a control film before injecting fluorescein to pick up autofluorescence for optometrists and ophthalmologists performing fluorescein angiography. It also highlights the role of ancillary investigations like ocular ultrasound in patients of suspected diabetic papillopathy and disc edema. In this report, we describe the management of a child with bilateral cataract, nystagmus, and comitant sensory esotropia. Routine ultrasonography done before cataract surgery revealed bilateral disc edema confirmed as idiopathic intracranial hypertension by a pediatric neurologist. The primary intervention for cataract surgery was followed by nonresolving papilledema, despite maximum medical therapy. To salvage the optic nerve function in a nonverbal child, bilateral optic nerve sheath decompression was planned with simultaneous medial rectus recessions for the persistent esotropia with the satisfactory postoperative outcome.
Key words: Congenital cataract, idiopathic intracranial hypertension, optic nerve sheath decompression in infants, sensory esotropia Idiopathic intracranial hypertension (IIH) though classically described in obese, middle-aged females, may be seen in any age group in both sexes. However, it remains a rarity among infants. Here, we describe an incidental detection of IIH with comitant esotropia in an infant with bilateral congenital cataract and its successful management by surgery. It is possibly the first report of optic nerve sheath decompression (ONSD) at such a young age combined with rectus muscle surgery for simultaneous correction of esotropia following cataract surgery in both eyes.
Case Report
An 11-month-old infant was brought to the clinic by her parents with complaints of white opacity in both eyes for 3 months This is an open access article distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 3.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as the author is credited and the new creations are licensed under the identical terms.
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